Pregnant Wistar rats were daily injected with 5 mg sulpiride into the peritoneal cavity starting on day 14 of gestation. Blood samples were obtained from the maternal carotid artery and fetal axillary vessels on day 20 of gestation. Serum prolactin (PRL) levels were determined by radioimmunoassay using a rat PRL RIA kit. The maternal serum and fetal plasma PRL levels were significantly higher in the sulpiride-treated group than in the saline control group. There was a significant positive correlation between fetal body weight and fetal plasma PRL level. These results suggest that sulpiride which reached the fetus stimulates fetal PRL secretion and that PRL may exert a growth-promoting effect on the fetus.
The roles of prolactin (PRL) during pregnancy still remain unclear, especially the effect on the fetus. The PRL levels in fetal circulation increase significantly after 28 gestational weeks in human (Winter et al. 1975) , and fetal growth is promoted markedly after the end of mid gestation. Although anencephalic infants have a low growth hormone level, the growth retardation has not been found in them (Furuhashi et al. 1980) . These findings suggest that PRL may have some growth promoting effect on human fetus, and that growth hormone is not essential for fetal growth.
In this study, we investigated the effect of PRL on the fetal growth and the relationship of PRL and fetal body weight using sulpiride-treated pregnant rats.
MATERIALS AND METHODS
Sulpiride (Dogmatyl®) 5 mg or saline (control) was daily injected into the peritcneal cavity of pregnant Wistar rats from 14 days of gestational age. On day 20 of gestation all animals were sacrificed under ether anesthesia and maternal blood was obtained from the carotid artery, and the then all fetuses were exteriorized. Fetal body weight was measured immediately after exteriorization. Fetal blood samples were collected via an incision from axillary vessels using heparinized capillaries. The blood was pooled from fetuses which were taken out from one side of the uterus. 
RESULTS
Maternal PRL levels were markedly higher in the sulpiride-treated group than in the control group ; the mean concentration of maternal PRL was 93.7+43.3 ng/ ml (n=5, mean±s.D.) in the sulpiride-treated group, and 3.8+0.6 ng/ml (n=4) in the control group (Table 1) .
Fetal PRL levels were also significantly higher (p<0.002) in the sulpiride-treated group (10.8+3.5 ng/ml, n=6) than in the control group (4.2+2.0 ng/ml, n=6) as shown in Table 1 .
DISCUSSION
The treatment with sulpiride had a promoting effect on fetal body weight (Table 1 ). There was a significant positive correlation (n=16, r=0.539, y=5.346 x-7.18) between fetal body weight and fetal plasma PRL level (Fig. 1) .
It is well known that sulpiride stimulates pituitary PRL secretion (Mancini et al. 1976) . In this study, maternal and fetal PRL levels on day 20 of gestational age in the control group were rather lower than those reported by other investigators (Reusens et al. 1979; John et al. 1981) . We found the elevation of fetal plasma PRL levels in the sulpiride-treated group. Since PRL has been reported not to cross the placenta (Josimovich et al. 1977) , it is unlikely that the elevated fetal plasma PRL levels were of maternal origin, but it appears likely that fetal pituitary PRL secretion might be stimulated by sulpiride.
There were many controversies (Winter et al. 1975; Hauth et al. 1978; Leontic et al. 1979 ) about the role of PRL for the fetus. Our previous report suggests that PRL has some growth promoting effect on the human fetus (Furuhashi et al. 1980 ). There were a few experimental reports suggesting a somatogenic effect of PRL on TABLE 1. Material serum and fetal plasma PRL levels, and mean fetal body weight in the saline control and the sulpiride-treated group the fetus (Bigazzi et al. 1979; Reusens et al. 1979) . In this study, we found a significant difference in fetal body weight between the control and the sulpiridetreated group. Moreover, there was a significant positive correlation between fetal plasma PRL level and fetal mean body weight which was calculated from fetuses in each side of the uterus. It was suggested that insuline (Van Asshe et al. 1977) and chorionic somatomammotropin (Kelly et al. 1976 ) also have a somatogenic effect on the fetus. From the present results it is strongly suggested that PRL may play an important role as one of the somatogenic hormones in fetuses.
